recordings? Was echocardiography carried out only once or repeatedly? Was there any indication for seizure activity prior to decease, either clinically or on EEG? Did the patient experience an infectious disease prior to the decease? The authors suspected brain-stem dysfunction resulting in central respiratory insufficiency. [1] Were there any abnormalities on MRI in the medulla oblongata? The individual history was positive for dysphagia. [1] Was dysphagia still present before the decease?
Why did the authors primarily test for hereditary PDH deficiency and not for mitochondrial disorders due to a respiratory chain defect? Which were the clinical manifestations suggesting PDH deficiency?
PDH deficiency may go along with myopathy. [3] Did the patient present with clinical manifestations of myopathy? Did he undergo muscle biopsy?
PDH deficiency is frequently associated with epilepsy. [4] Was the family history positive for epilepsy?
The patient had marked hyperammonemia but normal liver transaminases. [1] How do the authors explain hyperammonemia?
The patient received thiamine and the ketogenic diet simultaneously. How did the authors differentiate which of the two was beneficial?
Overall, this interesting case could be more meaningful by provision of more clinical data, by clinical and genetic investigations of the mother to see if she was a carrier, and by clarification of the cause of sudden death of the index case.
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This is an open access journal, and articles are distributed under the terms of the Creative Commons Attribution-NonCommercial-ShareAlike 4.0 License, which allows others to remix, tweak, and build upon the work non-commercially, as long as appropriate credit is given and the new creations are licensed under the identical terms. The child's awake EEG [ Figure 1 ] revealed continuous, synchronous background with abnormally slow 3-6 Hz delta/theta activity. Frequent, quasiperiodic 1 Hz, 200-300 μV (microvolts) epileptiform discharges were noted at intervals of 2-5 s throughout the record over left temporo-occipital region. No additional abnormalities were noted with photic stimulation.
For
Child's cerebrospinal fluid and serum titers of anti-measles antibodies were elevated, confirming the diagnosis of SSPE. His parents were counseled about the disease course and advised supportive care, isoprinosine, and follow-up.
Typical EEG in SSPE is characterized by quasiperiodic, high-voltage (300-1500 µV), repetitive polyspike and sharp and slow wave complexes (Radermecker complexes) occurring for a duration of 0.5-2 s, recurring every 4-12 s with slow background activity. [2, 3] Though atypical EEGs have been reported in SSPE, isolated lateralized periodic discharges are rarely reported. Silva et al. [4] reported a case of 14-year-old child having SSPE with initial left temporal focus evolving to lateralized periodic discharges. The exact pathogenesis for atypical EEG pattern in SSPE is unclear. Lateralized periodic discharges in our patient may be hypothesized to be secondary to focal electrophysiological alteration secondary to viral proliferation.
Our case attempts to sensitize readers about atypical EEG in SSPE, thereby highlighting the importance of early anti-measles antibody titer estimation in case of clinical suspicion of SSPE despite atypical EEG.
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There are no conflicts of interest. Sir, In a recent article, Smith et al. [1] reported four siblings with coenzyme-Q deficiency (CoQD) due to the COQ9 variants c.521 + 2T>C and c.711 + 3G>C who all died between 19th and 34th week of gestation. We have the following comments and concerns.
CoQD may be associated epilepsy. [2] Seizures may occur even intrauterinely. [3] Did any of the four siblings develop seizures during pregnancy or during the period of extrauterine life? Was the family history positive for epilepsy or seizures? Did the pregnant mother ever observe excessive fetal movements during any of these four pregnancies?
CoQD may be associated with lactic acidosis. [4] However, only in two of the four siblings were serum lactate levels documented (29 and 23 mmol/L, respectively), without providing the reference limits. Was serum lactate in these two patients elevated or normal? Also, were the lactate levels determined in the cerebrospinal fluid (CSF) by either CSF investigations or magnetic resonance spectroscopy?
In patient 3, thickening of the myocardium at the age of 29 weeks is reported. [1] However, echocardiography after Caesarian section was described as normal. [1] How to explain this discrepancy? Did the patient receive cardiac treatment between these two cardiac investigations? Was the family history positive for cardiac compromise?
Interestingly, patients 1 and 3 had fixed flexion contractures of the elbows at birth. [1] Congenital joint contractures are frequently associated with reduced intrauterine movements. Were fetal movements indeed reduced in these two patients? Did the patient present with myopathy? Were there reduced limb movements due to quadriparesis from cerebral involvement?
CoQ not only transfers electrons from complex-I to complex-II and complex-III of the respiratory chain, but also serves as an electron carrier in the reaction catalyzed by the sulfide:quinone oxidoreductase (SQR), which catalyzes the first reaction in the hydrogen sulfide oxidation pathway.
[5] Thus, CoQD may lead not only to oxidative phosphorylation defects but also to altered mitochondrial sulfide metabolism.
[5] Reduced SQR activity secondarily leads to reduced serum glutamate, serotonin, and catecholamine levels.
[5] Were there any indications in the four siblings for glutamate deficiency, serotonin deficiency, or Addison's disease?
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